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INTRODUCTION 


The Canadian Society for Clinical Ecology and 
Environmental Medicine (CSCEEM) was founded in 1985, 
and is comprised of physicians and scienusts dedicated to 
helping patients attain and maintain optimum health. 
CSCEEM members are also engaged in developing new 
diagnostic and treatment concepts which have been proven 
effective in relieving the environmental aspects of illness. 
They aim to identify environmental agents, allergens, toxins 
and infectious diseases which compromise the body’s 
homeostatic defences. When avoidance of environmental 
stressors 1s impossible, they favour specific immunotherapy 
and numtional supplementation rather than the use of drugs 
to relieve symptoms. Different methods of stress 
management, as well as family education and suppon, are 
also applied. 

In the United States, the American Academy of 
Environmental Medicine (AAEM), the American 
Otolaryngology Association, and the Pan-American Allergy 
Society, with a combined membership of approximately 
2,000 physicians, support these principles. In addition, there 
are approximately 1,500 physicians who have taken 
American Medical Association Committee of Medical 
Education (CME) accredited instructional courses in 
ecological techniques since their inception in 1974. Similar 
organizations also exist in Britain, Australia, Germany and 
Italy. 

These organizations of physicians are concermmed with an 
adverse host response, which is manifested as disease. Such 
responses develop in certain susceptible individuals after 
prolonged or excessive environmental exposure to foods, 
dust, pollens, moulds, fungi, yeasts, bacteria, viruses, 
epidermals, chemicals, hormones, physical (heat, cold, 
humidity) and psychological stresses. 


Individuals of all ages are becoming increasingly 
susceptible to offending agents found in foods, clothing, 
drugs, air, water, and in their home, work and play 
environments. Adverse reactions to these exposures can 
affect any part of the body and are commonly unrecognized 
as the cause of many illnesses. Environmentally ill 
individuals often have polysomatic complaints. The 
Thomson Report of 1985,! described these patients as 
suffering from Polysystem Symptom Complex, defined as a 
group of symptoms involving at least two systems in the 
body, usually one of which is the central nervous system, 
and for which there is, at present, no physical or biochemical 
explanation. 

The basic theories of environmental medicine are the total 
load concept,? individual susceptibility and adaptation.3-4 

The total load concept describes the simultaneous effect of 
multiple environmental exposures on the’ susceptible 
individual, all of which contribute to the breakdown of the 
body’s homeostatic mechanisms. Rarely is there only one 
offending agent responsible for triggering or exacerbating 
environmental hypersensitivity. 

Individuals are susceptible to environmental incitants for a 
variety of reasons, including genetic predisposition, 
digestive malfunction, inadequate emotional milieu, and 
immunological and non-immunological injury caused by 
viruses, chemicals and microbiological toxins. 

If the combined effects of the total environmental 
exposures on the susceptible individual exceeds the ability of 
that individual to adapt, environmental illness ensues. 

The basic concepts and techniques of environmental 
medicine are complementary to the practice of all branches of 
medicine. The environmental approach of systematically 
assessing cause and effect relationships between 
environmental exposures and chronic illness has resulted in 
improved well-being and reduced need for drugs to suppress 
symptoms. This approach also affords patients an 


Opportunity for greater self-control over their health. Overall, 
this comprehensive approach is both cost-effective and cost- 
preventive.> 6 


1, DIAGNOSTIC TECHNIQUES 


A. General 


A very detailed clinical and environmental history is 
fundamental, and it is augmented with physical examination 
and up-to-date standard laboratory evaluations to rule out 
other illnesses. The establishment of the diagnosis of 
environmental hypersensitivity syndrome is based on the 
elimination and challenge trial. The following test 
techniques, however, are used to help identify individual 
allergens. 


B. Diagnostic Techniques for Particulate Inhalant 
Sensitivities 


1) SERIAL DILUTION ENDPOINT TITRATION (SDET)? 

Antigens are serial diluted in 1:5 weight by volume 
concentrations. 

A specific amount of a dilution of test antigen is injected 
intradermally to form a measured wheal, which is observed 
for significant growth. When increasing concentrations of 
antigen are applied, a progressive whealing response is 
produced. 

The results of this test may determine the optimal starting 
dilution for teatment.8-!2 


2) CLINICAL BIO-ASSAY (PROVOCATION/ 
NEUTRALIZATION)!3 

A specific amount of a dilution of test antigen is injected 
intradermally, subcutaneously, or applied sublingually, and 
the patient’s clinical status is observed. If signs and/or 
symptoms are provoked, neutralization is achieved with a 
specific dilution. This dilution usually corresponds closely 


with the objective SDET findings. 

The results of these two tests determine the optimal 
beginning treatment dilution. Treatment doses can be 
administered subcutaneously or sublingually. 


3) RADIO-ALLERGO-SORBENT TEST (RAST)!4 

This in vitro test is of limited diagnostic value because it is 
IgE specific only. IgG RAST is available in the United 
States. : 


4) PRICK AND SCRATCH TESTS|5 

These tests may be used to screen for IgE-mediated 
sensitivities only. There is not enough information about the 
degree of clinical sensitivity to determine the optimal 
treatment dosage. 


C. Diagnostic Techniques for Food Sensitivities 
1) DIET STUDIES!§ 


a) Elimination 

Some foods, which are suspect due to the patient’s 
history, as well as known highly antigenic foods, and, in 
complex cases, all foods, are eliminated for a minimum of 
five days. The patient’s symptoms and signs are observed. 


b) Reingestion Challenge!? 

After an optimum five-day elimination period, foods are 
individually ingested, and the patient’s symptoms and signs 
are observed. 


c) Rotary Diversified Diet!8-!9 

An individual diet plan is devised for each patient, 
whereby available foods are assigned to different days (Day 
1, Day 2, etc), and are consumed only on those days. For 


example, milk may be assigned to Day | of the diet plan. It 
can be eaten once that day, but on no other day until the plan 
is completed (usually 4-7 days). The patient’s symptoms and 
signs may be observed on each day of the diet plan to 
determine if foods on that day, or possibly the day before, 
are offenders. 

All the above diets are monitored by the physician to 
ensure proper interpretation and adequate nutrition. 


2) SERIAL DILUTION ENDPOINT TITRATION (SDET)20-2! 
(See B, 1) ] 


3) CLINICAL BIO-ASSAY (PROVOCATION/ 
NEUTRALIZATION)22-27. 
[See B, 2) ] 


D. Diagnostic Techniques for Chemical Sensitivities*® 
1) GENERAL 


Concentrations of test dilutions are no greater than accep- 
ted levels which are encountered in everyday exposures. 


a) Clinical Bio-assay Test (Provocation/Neutralization) 
This is presently the most commonly used test to diagnose 
chemical hypersensitivity. 


b) Inhalation Challenge Test 

This test is performed in specially constructed booths with 
ecologically clean, odourless and inert materials. Patients are 
exposed to measured amounts of individual chemicals in a 
single- or double-biind fashion. The total clinical responses 
are evaluated with particular attention to central nervous 
system symptoms and signs. 


Neutralization may also be applied to confirm clinical 
responses to inhalation testing, as well as to relieve 
provoked symptoms. 


EK. Comprehensive Environmental Control Unit Studics?? 


Environmental pollutants and other exogenous exposures 
capable of producing symptoms in susceptible persons are 
markedly reduced tn a comprehensive environmental control 
unit. It is possible to relieve symptoms after several days in 
many patients with idiopathic illness by placing them on a 
total elimination diet, allowing only tolerated water in an 
environment free of chemicals and particulate inhalants. This 
suggests that foods and/or environmental substances are 
major factors in these patients’ illnesses. 

Once patients are relatively symptom-free, the previously 
described tests are used to identify the specific causative 
allergens. Single food ingestion challenges are carried out at 
first with less chemically contaminated foods because 
chemical contaminants in or on the foods sometimes cause 
reactions. 

During hospital evaluations, immunological, physio- 
logical and psychological parameters are monitored. 
Comprehensive environmental control hospital studies have 
been refined over the past 25 years in the U.S. This hospital 
program is reserved for challenging complex medical prob- 
lems or patients with life-threatening symptomaology, which 
does not respond to traditional weatment. At present, this 
kind of controlled hospital care is not available in Canada. 


2. NEW INSIGHTS INTO IMMUNE 
RESPONSES TO THE ENVIRONMENT 


Intolerance of certain foods and chemicals in our 
environment causes acute and chronic symptoms.?° These 
sensitivities may not be mediated by the same system that 
causes allergic reactions to pollens, dust, animal dander and 
moulds. 

Many concepts of allergy and immune response have 
changed in the past 10 years. The common consideration of 
IgG only as a blocking (“good”) antibody in allergy, and IgE 
only as a symptom inducing (“bad”) antibody, is 
obsolete.3!-32 This oversimplified scenario is too incomplete 
to fully explain accumulated data of complicated interactions 
among humoral and cellular reactants and the two cell types 
(helpers and suppressors) that can affect opposite 
reactions.93-34 For example, IgG can form immune 
complexes to produce harmful allergic syndromes, as well as 
lethal diseases.35 Conversely, IgE can induce local histamine 
release, which itself can quickly turn off allergic symptoms 
and stimulate expansion of clones of protective suppressor 
lymphocytes 3637 

Immune system dysregulation (ISD) can develop over a 
long period of time or very rapidly. ISD can be triggered by 
a serious viral infection, major stress, toxic chemical 
exposure or fungus infection (particularly candida albicans). 
It is more likely to occur in genetically predisposed 
individuals. 

Toxic chemicals and pollutants adversely affect the 
biological detoxification systems; columnar epithelial cells, 
fibroblasts and inflammatory cells are the first barriers 
encountered. Several metabolic alterations follow the 
creation of free radicals, which damage the microsomal 
membrane depleting ATP. Lipid, glucose and protein 
metabolism are altered. Detoxifying enzyme systems like the 


monoamine oxydase, chromium p-450, glucose 6-phosphate 
dehydrogenase, trypsin and chymotrypsin systems are 
damaged. Also, the sulfhydryl system is altered. After 
severe or prolonged stimulation, these systems will become 
depleted. These systems are frequently catalyzed by vitamins 
and minerals, which may also be depleted by pollutants. 
Once these systems fail to detoxify pollutants, more immune 
dysregulation may occur 38 

The noxious substances retrograde up the peripheral nerve 
afferent slow C and rapid A-delta fibres to the dorsal root 
ganglion. Substance P and somatostatin are released. 
Substance P will cause local vasodilation and vessel leak, 
chemotaxis occurs and leukotrienes are released, and non- 
IgE histamines are tiggered. Somatostatin generally attempts 
to counteract substance P by dampening the nerve 
impulse.394! This may explain the increased incidence of 
peripheral neuropathy in people exposed to levels of solvents 
generally regarded as safe.42-43 

T cells may also be affected.44 When the T cells are 
reduced in number or when their function is impaired, they 
cannot control B cell antibody production. Without T cell 
conuol the B cells cannot distinguish harmless dust pollen, 
animal dander or nutritious foods from toxic chemicals or 
life-threatening bacteria or virus. 

The immune system’s response to antigen exposure is not 
affected in a linear response to dosage but rather in a 
biphasic manner.4547 Low dosage antigen exposure has a 
suppressing effect on the immune system due to the 
modulatory effects of T-suppressor cells.48-49 Therefore, 
there is no tolerance to antigen unless specific T-suppressor 
cells dominate T-helper cells. This is also because different 
levels of histamine are secreted according to different levels 
of antigen exposure. Studies indicate that low levels of 
histamine activate T-suppressor cells.5° 

Macrophages also participate in the initiation and 
regulation of immune responses*! by secreting humoral 


factors, some with helper and some with suppressor 
functions.52-53. These substances are antigen specific and 
genetically controlled. For example, macrophages can 
secrete specific suppressor and helper factors for ovalbumin, 
as can ovalbumin-sensitive suppressor and helper T cells. 

Allergy symptoms are mediated by the formation of 
specific antigen-induced immune complexes rather than by 
specific antibodies. Symptoms of non-IgE-mediated allergy 
may be produced in some patients by antigen-induced 
immune complexes, and relieved by antigen injections, 
which induces rapid clearing of these complexes. 

Immune complex-mediated disease can be associated with 
symptoms in virtually any organ. A classic example is 
systemic lupus erythematosis. 

In allergic patients, antigens combined with circulating 
and cell-fixed antibodies, produce anaphylatoxin-mediated 
histamine release, resulting in increased capillary 
permeability which causes allergic symptoms. Papers by 
Brostoff et al54-55 and Paganelli>® confirm the existence in 
food-allergic patients of circulating immune complexes 
composed of food antigen and a variety of immuno- 
globulins, including IgG, IgA and IgE. Matthews and 
Soothill,57 and Atherton*® have demonstrated complement 
activation secondary to immune complex formation in food 
allergic patients undergoing food challenges with allergenic 
foods. Minor, Tolber and Frick*? also found that immune 
complexes participate in delayed food allergy. Similarly, 
May®® has demonstrated chronic high background blood 
levels of histamine in food-allergic patients. 

The symptoms in some patients with non-IgE-mediated 
allergy can be caused by transient showers of antigen 
antibody complexes: 1) initiating partial complement 
activation, 2) inducing anaphylatoxin formation, 3) leading 
to release of histamine and other mediators from mast cells 
and basophils, and 4) resulting in allergic edema. The 
presence, severity and duration of symptoms is, in part, a 
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function of the level, size, persistence and type of such 
complexes.®! 

Provocation and neutralization of symptoms may result 
from alterations in blood and tissue levels of pathogenic 
complexes.®2 Circulating monocytes and fixed macrophages 
are important participants in these reactions through the 
removal of immune complexes.63-&4 


3. NEUTRALIZATION THERAPY 


Neutralization therapy by subcutancous or sublingual 
application brings rapid relief and increases tolerance to the 
antigen (“hyposensitization”) over weeks, months and years. 
Rocklin et al65 and Evans et al have demonstrated that 
antigen specific suppressor T cells are induced by repeated 
injections of antigen. Decreased suppressor activity leads to 
clinical allergic sensitivity. Stimulation of suppressor 
activity and suppressor T cells is responsible for much of the 
long-term improvement in allergic patients in 
immunotherapy. 

Symptoms of allergy can be caused by histamine released 
from mast cells and basophils by both IgE- and non-IgE- 
mediated mechanisms. These symptoms can be relieved 
quickly by injecting antigen, which releases the precise 
amount of histamine to suppress further histamine release. 
Maintenance treatment with these extracts repeatedly 
stimulates suppressor T cells to release a histamine-induced 
suppressor factor (HSF). This suppresses specific antibody 
production, restoring the health of environmentally ill 
patients. 

The size of immune complexes is extremely important. 
Very small immune complexes do not tigger complement, 
but pass easily out of the circulation where they are 
removed. Very large immune complexes are efficiently 
cleared by macrophages and other cells of the reticulo- 
endothelial system. However, intermediate-sized immune 
complexes, with an antigen antibody ratio of approximately 
3:2, persist in the circulation and become lodged in blood 
vessel endothelium, triggering activation of the complement 
cascade.$7 

Antigens and antibodies in complexes can quickly 
dissociate and recombine in other ratios. Complement 
activation and inactivation can occur in seconds or minutes. 


The addition of a small amount of antigen or antibody can 
shift the reaction markedly.62 Neutralization has an effect on 
histamine release,!® the levels of which have a significant 
role to play in balancing T-helper/ suppressor activity.68 
Intradermal neuwalization also has an effect on macrophages 
in the skin, which may favourably alter the antigen antibody 
ratio in the immune complexes.? 

In vitro studies of neutralization therapy demonstrate that 
basophils, incubated with low-dose antigen, do not release 
histamine on exposure to higher doses of antigen,?® 
suggesting a mechanism blocking the release of histamine. 


4, PSYCHONEUROIMMUNOLOGY 


Psychoneuroimmunology is a field of research which 
deals with the relationship between the central nervous 
system and the immune system. There are many studies 
which demonsmate the effects of psychological stress on the 
immune system,’! and there are also studies which 
demonstrate the effects of the immune system on the limbic 
system. Particularly, it has been demonstrated that antibody 
response triggers a stress response in the hypothalamus, that 
is, neuron firing and norepinephrine release in several 
hypothalamic nuclei.?2 It is postulated that the stress 
response in the hypothalamus is triggered by the release of 
peptides by lymphocytes in the periphery. The highest 
concentration of receptor sites for peptides is located in the 
limbic system.73 ; 

There are also many studies which demonstrate that 
immune system responses can be conditioned, for example, 
histamine release, antibody production and anaphylaxis.7! 
Deconditioning of the immune system may help to explain 
why continuous neutralization therapy over many months 
contributes to desensitization, despite the fact that antibody 
levels to the antigens in the environment are not significantly 
altered. 


5. THERAPEUTIC TECHNIQUES 


A. Elimination 


Allergens should be removed when appropnate. 
B. Neutralization 


Neutralization therapy should be applied when elimination 
therapy is not sufficient to maintain opumal health. 
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6. RESEARCH STUDIES SUPPORTING 
THERAPEUTIC TF ECHNIQUES 


A. Particulate Inhalants 


Allergy reaction to particulate inhalants such as dust, 
moulds and pollens is a well-accepted phenomenon. 
Intradermal testing using serial dilution endpoint titration 
provides precise starting dosages for neutralization therapy 
by subcutaneous or sublingual routes. This can bring rapid 
relief within minutes and gradually increases tolerance to the 
antigen over weeks, months and years, even after 
neutralization therapy is discontinued. There are eight 


statistically significant studies supporting this observa- 
tion,8-12.21 22,25 


B. Foods 


Food allergies and hypersensitivity reactions are mediated 
by all mechanisms described by Gel and Coombs. There are 
39 statistically significant studies supporting the fact that 
food allergy and hypersensitivity contribute to the 
development of polysomatic complaints.23.26.74-110 


C. Flora 


The microbial flora of the human body consist of a 
balance of bacteria, yeast and viruses. Many factors can 
upset this balance such as chronic viral infection, excessive 
sugar and carbohydrate intake, frequent or prolonged use of 
antibiotics, corticosteroids and exogenous hormones such as 
the birth control pill. In particular, overgrowth of yeast 
(candida albicans) or fungus (trichophyton, epidermo- 
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phyton) can contribute to dysregulation of the immune 
system. This is possibly because of an immunological 
response, the release of toxins!!! or the disruption of the 
membrane activity of the intestinal wall, leading to increased 
absorption of intermediate-sized immune complexes. 
Chronic Epstein-Barr virus infection may also play a 
significant role. There are 11 studies supporting the 
observations of clinical ecologists regarding candida 
hypersensitivity.!!2-122 Further research is required to 
clarify this problem. 


D. Chemical Pollutants 


The U.S. Environmental Protection Agency estimates that 
there have been 60,000 different new chemicals introduced 
into the environment since the 1940s. (See Table 1, p25.) 
Insecticides and pesticides are added to our foods and water, 
industrial wastes are added to our air and water. We have 
increased contact with indoor pollutants from a wide variety 
of sources such as construction matenals (particle board, tar, 
glue, paint, plywood, etc.), synthetics, fabrics, cleaners, 
disinfectants, cigarette smoke and. perfume. Most of these 
chemicals are fat soluble and are stored in the body, mainly 
in fat and lipids, 

Technology is now commercially available to accurately 
quantify the levels of chemical pollutants in the human body. 
Random population sampling indicates that measurable 
amounts of insecticide, pesticide, solvents and other 
chemical pollutants are regularly found in the general North 
American population.!23 These chemicals could have an 
antoxidant effect as discussed previously or contribute to 
immune system dysfunction by altering T cell helper- 
suppressor ratios.44 

Finally, there are 37 studies which support the fact that 
chronic low-dose exposure to chemical pollutants can 
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contribute to central nervous system and immune system 
dysfunction.!24-160 There are 21 scientific studies which 
demonstrate that chronic exposure to low levels of 
environmental pollutants, previously thought to be under the 
maximum safe levels, can cause neurophysiological and 
neurobehavioural abnormalities, which may or may not be 
reversible. !40-160 These studies are accepted and this view is 
held by the United States Center for Disease Control 
(Adanta), Department of Health.!6! They are also accepted 
and supported by the World Health Organization, which has 
recently developed standardized categories to describe the 
effects of chronic chemical exposure on the central nervous 
system, !62 


7. SUMMARY 


Most of the patients that are referred to a clinical 
ecologist’s office for evaluation suffer from multiple somatic 
complaints. Often, no diagnosis has been established by 
convenuonat medical practice. Differential diagnoses of these 
patients includes anxiety, depression, somatization disorder, 
postviral neurasthenia and environmental hypersensitivity 
syndrome. 

Patients who suffer from simple anxiety or depression 
should respond to psychotherapeutic intervention. Failure of 
this treatment should give the practising physician cause to 
reevaluate these diagnoses. Somatization disorder describes 
a patient with at least 13 physical complaints which cannot 
be explained.!®3 Although these patients are considered to be 
psychiatrically ill, there is no psychological explanation or 
effective psychotherapeutic treatment for them. By using 
standard blood test analysis, patients suffering from 
postvira] neurasthenia should be able to demonstrate the exa- 
cerbation of symptoms associated with evidence of recent 
exposure to virus.!® Patients with multiple somatic com- 
plaints, who do not respond to conventional medical therapy 
and/or have no proven established diagnosis, should be 
invesligaled for environmental hypersensitivity syndrome. 

The testing techniques of clinical ecologists are useful as 
screening tools to establish which factors in the environment 
may be contributing to illness. The observations made by 
clinical ecologists regarding the success of the diagnostic and 
treatment techniques used, are well-supported by the 
scientific literature reviewed in this paper. The Thomson 
Committee recommended acceptance of serial dilution 
endpoint titration as a valid test technique.!®5 In 1987, the 
American Medical Association also acknowledged the 
validity of serial dilution endpoint titration as a reliable test 
technique. 166-167 


Clinical ecologists are licensed medical doctors especially 
qualified in the field of environmental medicine. As 
physicians, they have been found to be conscientious and 
careful in their approach, spending longer than average 
periods of time at each appointment, and placing heavy 
emphasis on patients’ history.!68 This individualized 
approach to chronic human illness—to remove the 
underlying cause of the disease—is cost-effective and cost- 
preventive in nature.5-6 

Clinical ecologists do not deny that their patients are 
suffering from chronic stress. However, they argue that a 
significant amount of the stress ‘may be immunological, 
chemical and physical, rather than purely psychological. 
This theoretical position is strongly supported by well- 
accepted immunological and psychoneuroimmunological 
concepts as described above. 

It should be noted that predominant current medical 
opinion regards the concepts of clinical ecology as 
“unproven.” These opinions are based on approximately 14 
negative studies published over the last 17 years.!69-182 
Many were reported as abstracts only!69.!70.174.177 and the 
others have been criticized for being poorly designed and 
inconclusive.!83-185 Jy is the opinion of The Canadian 
Society for Clinical Ecology and Environmental Medicine 
that there is no sound scientific evidence to disprove the 
concepts of clinical ecology. 

The theory that patients with polysystem symptom 
complex suffer only from psychological illness is 
reductionist in nature. In 1985, in the Canadian Medical 
Association Journal, Stewart!®® evaluated 18 treatment 
failures of clinical ecologists, and concluded that these 
patients suffered from primary psychiatric illness. This paper 
is observational only because it was not double-blinded or 
controlled. Furthermore, seven out of the eighteen patients 
received a diagnosis of somatization disorder. Because only 
treatment failures were evaluated, it is illogical to conclude 
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that environmental hypersensiuvity does not exist and that all 
patients diagnosed by clinical ecologists suffer from 
psychiatric illness. 

Stewart's paper, which is widely quoted by Canadian 
physicians, also claims that there is no sound scientific 
literature to support the claim that chemicals in the 
environment can provoke central nervous system 
abnormalities, in particular, psychological symptoms. The 
research reviewed here strongly refutes this statement. In 
fact, the observation that chronic central nervous system 
changes can be caused by chronic repeated exposure to 
“safe” levels of chemicals in the environment, is strongly 
supported by the Center for Disease Control (Auanta) in the 
United States,!®! and the World Health Organization. !©2 


2) 


8. RECOMMENDATIONS 


A. Research 


1) Epidemiological studies are needed to establish the 
prevalence of this syndrome in our society. 

2) Biological markers to identify environmentally ill 
patients need to be established. 

3) Patients at risk need to be identified. 

4) Methods to reduce the amount of chemical exposure 
in the environment need to be established. 

5) Anenvironmental control unit must be established to 
allow strict control of the environment to facilitate research. 


~ B. Medical Education 


1) The concepts of clinical ecology and environmental 
medicine should be included in CME programs and medical 
education conferences. 

2) The concepts of clinical ecology should be pan of the 
medical school curriculum. 


C. Public Education 


1) Principles of environmental health should be taught 
in the public education system. 

2) The value of less chemically contaminated foods and 
water, and the principles of organic agricultural methods, 
should be promoted. 

3) Safer building materials and proper ventilation and 
heating systems to reduce indoor air pollution should be 
implemented with adherence to stricter guidelines by 
architects and engineers. 
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4) Safe alternative methods for weed and pest control 
must be developed and promoted for use. 


D. Financial Support 


Diagnostic and therapeutic techniques should be paid for 
by third party insurance. ; 


E. The Thomson Report 


The recommendations of the Thomson Report should be 
implemented. 


F. Environmental Control 


1) The establishment of stricter indoor and outdoor 
environmental regulatory guidelines are needed. 

2) The fact that chronic exposure to “safe” levels of 
chemical pollutants in the environment can contribute to 
central nervous system and immune system dysfunction 
should be accepted. 


G. Provincial Medical Associations 


1) Clinical ecology subsections should be established in 
provincial medical associations. 

2) A more active role should be assumed by the medical 
profession to inform the government and the public of the 
contribution of pollution to the development of disease. 
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IL Acceptance 


The following should be accepted: 

1) The existence of environmental hypersensitivity 
syndrome. 

2) The validity of the serial dilution endpoint titration 
and provocation/neutralization test techniques. 

3) The effectiveness of the above treatment techniques. 

4) The recognition that stress can be immunologically 
mediated by the environment. 


We must learn how to live in harmony with our environment 
according to the laws of nature rather than continue to 
disrupt the biological balance. 


TABLE 1 


USE OF CHEMICALS IN NORTH AMERICA 


Chemicals in commercial use 20.00.0000... cee eee cece ncaa 60,000 to 100,000 
New chemicals produced annually... 00... cceecceeeseeeeseeeccaecee ne 1,000 
Chemicals on the U.S. Environmental 

Protcction Agency's 1978 Toxic Effects List... 34 000 
Toxic substances in the workplace .. 00... cece ccc eeecceeeeceeneeees 15,000 
Suspected carcinogens tv the work place oo... ccc cecesccecesseeeeees 1,500 
Departincnts and agencies involved in occupauonal 

health and salcty issues in Canada......... dinsalges tateaehitadecte no 90 
Provincial and federal laws conceming 

occupational health and safety in Canada .............c.ccceccceeeeeeceeee 220 
Sets of regulations under these laws .......... 0.0... cceeccseee cess ceeeteen ees 400+ 
Mctro Toronto industnal workplaces to be inspected .,.............. 25,000 
Occupational health and safety inspectors for Metro Toronto............ 25 
Drug products on sale in Canada... ceesceccereeneeeseseotees 15,000 
Drug substances licensed in Canada... ccc eceeeesseersnteeteees 200+ 
Flavours permitted to be added to foods in Canada...................... 1,500 
Flavours pennitted to be added to cigarettes in Canada .............. 1,000+ 
Food additives permitted th Canada ......0. 0c cceeeteneceeeeceeeue ees 330 
Pesticide residues permitted to be on foods in Canada ...........0.0.0.2.. 103 
Food colours permiticd in Canada... cece cceeceentnteeeeeeeseeeenes 32 
Pesticides used in North AMCrica....... ec cceecee cece cceeeneeeeeteeees 1,400 
Varicties of pesticides sold in Nonh America..............c cee 30,000 
Chemicals, mainly pesticides, whose safety is 

uncertain duc to fraudulent testing by IBT oo... eee 100 
Tonnes of industrial wastes gencrated annually in Canada 

(1 million tonnes of this waste is toxic)... eee 32 million 
Gallons of liquid industrial wastes generated annually in 

Ontario (8-16 million gallons of this are hazardous)......... 80 million 
Hazardous materials incidents (spills, explosions, fire 

and feaks) in the City of Toronto in 1980 ..,..0....... cece ce ee teens 120 
Organic compounds found in the Great Lakes ccosystem................ 400 
Contaminants in herring gull eggs in Lake Ontario... 300+ 
Organic compounds in U.S. drinking waler ..............: eee eres 250+ 
Toxic chemicals found in Lake Ontario walltl......0....0. cee 200 


Source: Health Advocacy Unit, Toronto Department of Health, 1981 
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